SUMMARY
complete transposition of the great vessels to survive the initial months of life. Total correction of this malformation at an appropriate age is now possible.3 4 The presence of significant obstruction of the left ventricular outflow tract complicates complete repair and seriously affects ultimate prognosis. Recent reports have described various types of subpulmonic obstruction5' 6 and emphasized their characteristic angiographic findings.7
The purpose of this report is to document the clinical and pathological findings in two cases of subpulmonic obstruction produced by redundant tricuspid valvular tissue. Analysis of these two cases suggests that this malformation may be identified by angiography and removed at operation. To our knowledge, only a single case with similar pathological findings has previously been reported.8
Report of Cases Case 1* This 3-day-old female infant was admitted to UCLA Medical Center on January 18, 1967, for *Previously included (case 7) in a report which described the association of complete transposition with hypoplasia of the right ventricle. 9 RIEIDENSCHNEIDER ET AL. The final hospital admission was at 8 months of age because of progressive dyspnea and severe cyanosis. Physical examination demonstrated a grade III ejection murmur at the third left intercostal space and hepatomegaly. Hemoglobin had increased to 23.6 g/100 ml. Electrocardiography demonstrated combined atrial enlargement and right ventricular hypertrophy. Congestive cardiac failuire was treated with digoxin and mercurial diuretics. The patient was taken to the operating room where atrial septostomy was performed with a biconical punch, and a right Blalock-Taussig anastomosis was constructed. The patient seemed muich improved in the early postoperative period. Systemic oxygeni saturation increased from 47% to 85%. Eighteen hours after surgery the heart rate became irregular, blood pressure decreased, cardiac arrest ensued, and the patient could not be resuscitated.
Necropsy examination of the heart demonstrated complete transposition of the great vessels with a 5 by 10-mm iatrogenic atrial septal defect.
The pulmonary artery was smaller than the aorta, originated from both the larger mass and the inferior edge of the ventricular septal defect. Chlrodae tendineae from the papillary muscle of the contus anid the septal wall attached to the redtindant tisstue. Both Tynan and co-workers; have recently emphasized that progressive clinical deterioration, which is only temporarily reversed by atrial septostomy, is characteristic of left ventricular outflow tract obstruction in patients with complete transposition. In both of our patients, initial improvement after balloon septostomy was followed by increasing cyanosis and development of respiratory distress. The clinical changes were accompanied by a diminution in the intensity of the murmur suggesting a decrease in pulmonary blood flow. Clinical deterioration was reflected by serial laboratory determinations which demonstrated increasing hemoglobin and decreasing oxygen saturation levels. Electrocardiograms did not reflect the severity of left ventricular outflow obstruction. Repeated tracings failed to demonstrate left ventricular hypertrophy or even a progressive increase in left ventricular vectors.
In both of our cases angiography demonstrated that: (1) the main pulmonary artery was significantly smaller than the aorta, and (2) the pulmonary and aortic valves were permitting a significant increase in pulmonary blood flow.
